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Erratum
MAP Kinases with Distinct Inhibitory Functions Impart Signaling Specificity
during Yeast Differentiation
In Madhani et al. (Cell 91[5], 673–684), we demonstrated that a disruption of the Fus3 MAP
kinase gene results in a loss of signaling specificity such that mating pheromone now activates
the filamentation MAP kinase pathway. We also reported that a kinase-dead version of Fus3,
Fus3-K42R, resulted in only a small amount of erroneous cross-talk relative to the null allele,
leading us to conclude that the ability of Fus3 to prevent cross-talk was largely independent
of its kinase activity. Sabbagh et al. (Mol. Cell 8, 683–691, 2001) confirmed a role for Fus3 in
preventing cross-talk; however, analysis of the fus3-K42R allele suggested that this activity
was mostly kinase dependent. To resolve this discrepancy, we sequenced the DNA used in
our previous experiments and found that it does not correspond to the intended fus3-K42R
allele, but to an uncharacterized fus3 allele. We repeated the cross-talk experiment using the
bona fide fus3-K42R allele and found that it exhibits 70% of the cross-talk seen in the null
allele, in close agreement with Sabbagh et al. The other major conclusions of our paper—that
Kss1 is the MAP kinase for the filamentation pathway, that Kss1 has a kinase-independent
inhibitory function that involves an association with the Ste12 transcription factor, and that
Fus3 is required for signaling specificity—are unaffected and have been verified by others
(Cook et al., Nature 390, 85–89, 1997; Bardwell et al., Genes Dev. 12, 2887–2898, 1998;
Sabbagh et al., Mol. Cell 8, 683–691, 2001). We regret any inconvenience this error may have
caused.
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